A patient initially presented with an autonomously functioning right thyroid nodule and transient hyperthyroidism which lasted for a few months. Several months after resolution of thyrotoxicosis, the patient had a recurrent episode of hyperthyroidism and was found to have a left hot nodule. The right hyperfunctioning nodule had become cold on scintigraphy, and its aspiration revealed haemorrhagic fluid suggesting haemorrhagic infarction as the mechanism of resolution of the first episode of hyperthyroidism. Again following resolution of the second episode of hyperthyroidsim, the left hot nodule also became hypofunctioning on scintigraphy indicating that the spontaneous restoration to euthyroidism was secondary to infarction.
Introduction
Plummer's disease represents a heterogeneous spectrum of thyroid anatomical abnormalities ranging from a single autonomously functioning nodule to multiple hyperfunctioning nodules. Patients with this condition may be either euthyroid or thyrotoxic on presentation. The evolution of the disease is also variable and hyperthyroidism may complicate an autonomously functioning nodule as toxic thyroid nodules may undergo regression leading to restoration of euthyroidism.' The progression from euthyroidism to hyperthyroidism in patients with autonomously functioning nodules is not very common,2 and its mechanism is often unclear, although may be related to iodine deficiency or excess. 16.7 (normal = 5.5-11.5). The 24 hour radioactive iodine uptake was 51% (normal = 7-32%) and the thyroid scan showed a right hyperfunctioning thyroid nodule, with partial suppression of the remaining gland (Figure la). She progressively became less symptomatic, and 6 months after initial presentation, she was entirely asymptomatic and was clinically euthyroid. On examination there was a thyroid nodule measuring 2.5 cm in the right lobe. T4 was 142.85 nmol/l, T3 resin uptake was 28%, free T4 was 25.7 pmol/l (normal = 11.6-23.1), and T3RIA was 3.14 nmol/I (normal = 1.15-3.07). The patient was seen again 5 months later and was found to be clinically and biochemically euthyroid. Subsequently she remained asymptomatic until May, 1985. In June, 1985 the patient presented again with a 4-week history of heat intolerance and palpitations. She was clinically hyperthyroid with warm, moist skin. There was a 3 cm x 4cm thyroid nodule noted on the left and a 2.5 cm x 3 cm nodule on the right. The total T4 was 207 nmol/l, T3 3.22 nmol/l and the 24-hour radioactive iodine uptake was 49%. A repeat thyroid scan showed a cold nodule in the right lobe and a new hyperfunctioning nodule on the left side ( Figure Ib) In the patient described, auto-ablation caused by a haemorrhagic process might have prevented the nodules from remaining permanently toxic. The most definite evidence for degeneration and autodestruction of the hyperfunctioning nodule was the recovery of function in the previously suppressed contralateral thyroid lobe. Furthermore, the finding of blood in the needle aspiration biopsy, in conjunction with the nature of the nodule makes the diagnosis of haemorrhagic infarction obvious. To our knowledge, this is the first documented case of recurrent transient thyrotoxicosis in a patient with multinodular goitre. The conservative, non-surgical management of patients with this entity should include close follow-up for occurrence of autonomy and hyperthyroidism. Furthermore, fine needle aspiration biopsy, usually not very reliable in the presence of a hyperfunctioning nodule,'5 may be an important diagnostic tool when the nodule becomes hypofunctioning on thyroid scintigraphy.
